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Abstract: Background: Obsessional slowness (OS) denotes a rare condition of disablingly slow motor
performance. It was originally described in patients with obsessive-compulsive disorder as a “primary”
condition; however, subsequent reports have included heterogeneous clinical populations. We wished to
reassess patients with this diagnosis at our own institution and also revisit the literature to provide an
overview of this condition.

Methods: Clinical documentation and videos of 3 patients diagnosed with OS in the National Hospital for
Neurology and Neurosurgery (London, UK) were reviewed. One of the patients was clinically reappraised. A
systematic review of published articles with sufficient clinical patient information was also conducted.
Results: Our 3 cases were male with symptom onset in adolescence or early adulthood. Motor slowness with
poverty of movement and a history of obsessive-compulsive symptoms were characteristic. Poor speech
production, bizarre postures, mannerisms, echophenomena, and oculogyric tics were also noted.
Dopaminergic imaging was normal in 2 cases. One case had autistic features. Systematic literature review
identified 77 further cases. Male preponderance with symptom onset mainly during the second decade and
presence of obsessive-compulsive symptoms were noted. Additional motor and neuropsychiatric features
were often present.
Conclusion: The existence of OS as a “primary” condition is doubtful. This diagnosis has been given to
characterize different clinical presentations ranging from obsessive-compulsive disorder with motor slowness
resulting from covert obsessive-compulsive symptoms to catatonia. Clinicians should be aware of this
syndrome to separate it from juvenile parkinsonism and other causes of motor slowness given that
diagnostic approaches and treatment strategies differ.

An extremely rare condition termed obsessional slowness (OS)

has been described in the medical literature, with the first report

published in 1974.1 It has been defined as a clinical syndrome

where patients are very slow in motor performance. It was pro-

posed to be a primary phenomenon, though the original

description was in a cohort of patients with obsessive-compul-

sive disorder (OCD). The proposal was that though patients

with OS did have OCD, the motor symptoms were not related

to the presence of obsessions or compulsions that might be

expected to cause motor slowness (such as checking and mental

rituals), and instead it was a separate and “primary” phenomenon.

It was described as a cause of significant disruption in the exe-

cution of personal and social activity to the level of incapacita-

tion. However, since the earliest reports, controversy has

existed as to whether OS is truly a distinct and primary entity

or may, on grounds of phenomenology, be the expression of a

range of other conditions.2–4

Given the extreme rarity of this diagnosis and its debated

nature as a distinct clinical syndrome, we carefully examined

characteristics of 3 patients who had previously received the

diagnosis of OS in our clinic after extensive neurological and

psychiatric assessment and investigations and took the opportu-
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nity to systematically review the literature in order to be able to

best place these cases within the spectrum of disorders that may

be diagnosed with OS.

Patients and Methods
From the total cohort of patients who attended the movement

disorders clinic of the National Hospital for Neurology and

Neurosurgery (London, UK), we identified 3 patients diagnosed

with OS. Each patient was jointly diagnosed by a neuropsychia-

trist and a neurologist. Clinical records, including video record-

ings, were reviewed in these cases. One patient (case 1) was

also clinically reappraised. Patient-written informed consents for

video recordings and publication were obtained according to

local standard protocols and the Data Protection Act 1998.

Furthermore, a Medline search (by PubMed, a service of the

National Library of Medicine’s National Center for Biotechnol-

ogy Information; http://www.ncbi.nlm.nih.gov) for all publica-

tions in the English language with the terms of “obsessional/

obsessive slowness” was conducted and articles were screened

for the presence of OS cases. Abstracts of references of identi-

fied publications were also screened for the presence of addi-

tional cases. Only articles that provided sufficient clinical

information were included.

Clinical Cases

Case 1

At the age of 12, this 22-year-old man, who had normal devel-

opmental milestones and social skills, became increasingly obses-

sive with eating and dressing habits as well as hygiene. He

developed excessive repetitive and time-consuming hand-wash-

ing rituals and meticulously placed bathroom utensils in order

and became fascinated with action figures, which he would

obsessively collect. He increasingly isolated himself, and during

that period, secondary enuresis was noticed. At age 14, he

witnessed a violent event, upon which he “froze,” maintaining

the same position with his jaw open for 10 minutes. Over the

ensuing years, he became more withdrawn and at age 16 it was

noted that his movements were increasingly slow. His speech

production was progressively reduced. He had poor appetite,

which led to weight loss. He had difficulties with concentra-

tion; however, he managed to attend college, but did not com-

plete his curriculum mainly owing to slowness. Given his

slowness and other symptoms, he was diagnosed with depres-

sion at age 17 and was treated with mirtazapine (45 mg/day)

and subsequently olanzapine (15 mg/day) without consistent

beneficial effect. The latter was discontinued within 4 weeks

because of involuntary arm shaking and jerking, which

improved shortly on stopping the medication. He avoided eye

contact and was noted to speak to himself and stare at objects.

He developed abnormal postures and bizarre movements. He

was, however, able to use his computer and felt that he could

move normally when left alone. There was no relevant family

history. A trial of lorazepam (5 mg/day) over several weeks at

age 19 did not improve his symptoms.

Currently, he is reported to have become “100 times

slower.” He barely engages in conversations, but often quietly

repeats what is said in his presence (“ambient echolalia”). How-

ever, if agitated, he can suddenly “snap” and “become normal

again.” He does not take care of himself and has to be

instructed to use the bathroom to void his bladder, but has no

problems in controlling his bowels. He spends a lot of time in

front of the computer. He is on venlafaxine (225 mg/day) and

this, paralleled by physiotherapy, has led to some improvement.

Although he is unable to report why, he acknowledges that his

movements are extremely slow, but denies having anxiety

regarding moving more quickly. No psychotic symptoms have

presented over time. He is attending a specialist college.

Clinical examination showed normal smooth pursuit and

saccadic eye movements, however in the presence of profound

distractibility with gaze impersistence and oculogyric tics. Blink

rate was normal. There was facial impassivity. Repetitive and

stereotypic perioral movements were noted. Speech was mark-

edly reduced, hesitant, and whispering. There was poverty of

movement with profoundly prolonged movement initiation,

very slow movement execution, and movement interruptions.

Muscle tone was normal. There were no sensory and no cere-

bellar signs. Gait was hesitant and slow. During examination,

there were echophenomena, including immediate and delayed

echopraxia and echolalia and also ambient echolalia. There was

also occasional grimacing, posturing, unusual mannerisms, as

well as features of catalepsy and waxy flexibility. Segments of

neurological examination are shown in Video 1.

Neuropsychological examination was impaired by his pro-

found slowness. However, the summary was that, on nonverbal

tests of intellectual functioning, he was at a modest level.

Extensive investigations were unrevealing (laboratory: serum

copper/ceruloplasmin, thyroid function, white cell enzymes, clas-

sical anti-onconeuronal/anti–N-methyl-D-aspartate/anti–glutamic

acid decarboxylase autoantibodies, acanthocytes, organic amino-

acids in plasma and organic acids in urine, cerebrospinal fluid

[CSF], and cultured skin fibroblasts for Filipin staining; neuro-

physiological: electroretinogram, EEG, nerve conduction stud-

ies, and brain-stem–evoked potentials; neuroimaging: repeated

cranial MRIs, DaTSCan, 18-fluorodeoxyglucose-PET).

Case 2

This 34-year-old man presented with an 8-year history of insid-

iously progressive motor slowness. He was first noticed to be

slow and hesitant to reply to questions. His walking decelerated

and subsequently all his actions became slower. It took him

approximately 25 minutes to dress. He did not complain

regarding his motor performance. Following a physical assault,

his speech became quieter, slurred, and incomprehensible. After

alcohol intake or when angry, he would speed up dramatically

for short periods of time. Paradoxically, he was a regular swim-

mer given that swimming was unaffected.
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He was born with congenital deafness and had speech and

learning difficulties early in life. However, he managed to

obtain a satisfactory job in an assembly plant, which he had to

give up 2 years after symptom onset. He was particularly metic-

ulous and took care of positioning objects in certain ways and

order. There was no history of psychotic symptoms and no

family history of neuropsychiatric illness.

On clinical examination (see Video 2), mild dysmorphic

features, facial impassivity, lack of spontaneous movements, start

hesitation, positive glabellar tap sign, and monotonous and

repetitive speech were striking features. There was no rigidity,

but paratonia. Movements were slow and, on occasion, man-

neristic, but there was no fatiguing. Sensory examination was

unrevealing. His gait was slow, but with normal stride length.

His body posture was stooped and the arms extended away

from the body. He had a thorough psychiatric assessment,

which did not reveal gross cognitive deficits. However, a formal

neuropsychological evaluation was not performed.

Clinical investigations were unrevealing (laboratory: serum

copper/ceruloplasmin and thyroid function, acanthocytes, au-

toantibodies, and anti-cardiolipine; neurophysiological: EEG;

neuroimaging: cranial MRI and [18F]dopa-PET).

Case 3

This 29-year-old man presented with a history of chronic

extreme motor slowness, which developed at the age of 17. He

had initially become socially withdrawn and had stopped verbal

communication. He had also become neglectful of himself. He

did not feel disturbed by his slowness, even though he needed

more than 1 hour to get dressed or get through a meal. He was

incontinent at times, as if he could not move to take himself to

the toilet, and he also developed unusual mannerisms, but no

psychotic symptoms. However, the whole tenor of the illness

was dominated by his dramatic slowness of movement and

thought.

Although his motor development was normal, there were

prominent autistic features. He had been considered a shy

“unemotional” child and was always anxious at meeting strang-

ers. He never made any friends, never had any pretend play or

interest in imaginative pursuits or stories, and preferred solitude.

From the time he was physically able, he was very meticulous

with his possessions and made sure they were kept neatly and

remained ordered. His only interests from a young age were

astronomy and music, and he dropped out school at 15. He

could not maintain any job, given that he had to be told what

to do and would just do nothing if left to get on by himself.

Clinical investigations were unremarkable (laboratory: serum

copper/ceruloplasmin and thyroid function and CSF; neuro-

physiological: motor- and somatosensory-evoked potentials,

EEG, and neuroimaging: cranial MRI). Minimal and only

short-lived responses to levodopa, neuroleptic medication, and

3 courses of electroconvulsive therapy were reported. There

was no relevant family history.

On examination, there was marked start hesitation for any

motor command. There were dystonic facial movements and

fluttering of the eyelids. Marked jaw opening and a delay of

approximately 30 seconds would precede usually monosyllabic

articulations. Limb movements were performed with extreme

slowness. There was no rigidity or tremor. Power and reflexes

were normal. His gait appeared awkward and clumsy with his

arms held abducted (see Video 3). Postural reflexes were

preserved. There was no obvious sensory deficit or cerebellar

dysfunction. Ritualistic movements and stereotypies were

present.

Review of Literature

Of a total of 58 articles using the terms obsessive/obsessional

slowness, 15 with sufficient clinical information for 77 patients

were identified.1–15 Fifty-nine (76.6%) of the reviewed cases

were male. Onset was during the second decade for most cases.

OS occurred, in most cases, with some obsessive-compulsive

symptoms. Approximately half of the reported cases had addi-

tional diagnoses, including Gilles de la Tourette syndrome

(GTS), depression, parkinsonism and Down’s syndrome.2,7,8,10–

12,14 In some cases, prominent speech reduction or mutism,

incontinence, perserverations, and mannerisms were also

noted.2,7–10,13 Follow-up information upon diagnosis was pro-

vided in 14 cases for a period ranging between 4 weeks and

14 years.1,5,6,8–10,12–15 Some clinical improvement was reported

in these patients, though OS is a chronic condition and clinical

descriptions were, in general, limited (see Table 1 for details).

Discussion
The precise definition of OS is variable within the medical lit-

erature. It was originally described as a “primary” condition,

but, confusingly, was described in patients with clear diagnosis

of OCD.1 The original description sought to separate the motor

phenomena of OS from those that were simply a secondary

consequence of typical overt obsessive-compulsive/ritualistic

behaviors, such as checking or simple anxiety.1 From a move-

ment disorders perspective, it was unclear whether slowness was

a consequence of movement initiation difficulties, overt slow-

ness of movement execution, or whether was a result of (cov-

ert) repetitive compulsive behaviors causing action interruptions

and/or disabling distractibility. Subsequent literature has

contributed to the terminological diversity of OS by applying

different criteria to heterogeneous populations. For example,

although, in the first 10 patients reported by Rachman in 1974,

slowness was not the result of overt obsessive-compulsive symp-

toms, such as checking,1 two subsequent reports used the term

OS to describe patients with incapacitating slowness related to

mental checking.5,6 A subsequent large-scale study, which

screened for symptoms of OS in clinical records of 665 cases of

OCD patients, applied even more liberal criteria: “slowness not

clearly due to washing or fears of contamination.”3 To compli-

cate matters further, Hymas et al. reported on the characteristics

of adults with symptoms of OS who underwent behavioral

therapies for OCD as inpatients, including those with comorbid

GTS or organic mental disorder, highlighting the presence of
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neurological abnormalities in a large proportion of this cohort.2

Subsequently, Berthier et al. reported on 3 patients diagnosed

with OS with brain lesions, who were slow owing to overt

obsessive-compulsive rituals after traumatic brain injury.16 The

heterogeneity of terminology and diversity of applied diagnostic

criteria and associated conditions has fueled the debate as to

whether OS denotes a distinct and primary condition at all.4

Our 3 cases previously diagnosed with OS highlighted here

were characterized by progressive motor slowness with poverty

of movement. Fatiguing and decrement of movement during

action repetition, cardinal features of parkinsonism and a marker

of nigrostriatal degeneration,17 were not observed clinically, an

observation supported by the normal dopamine transporter single-

photon emission computerized tomography and [18F]dopa-PET

scans of cases 1 and 2, respectively. Furthermore, all 3 patients

were characterized by a diminution in speech strength, fluency,

and prosody. Bizarre postures and mannerisms were prominent

clinical features. Echophenomena and oculogyric tics were also

noted in case 1. Interestingly, there was normalization in motor

speed for reflexive, automated, and/or less attention-demanding

movements, such as reflexive saccadic eye movements, or motor

responses to unexpected environmental stimuli. In cases 1 and

2, there was also a short lasting normalization of motor behavior

during arousal states (vegetative or emotional). Extreme distract-

ibility was present in case 1. Obsessive-compulsive symptoms

were present in all cases and autistic features in one of them

(case 3). There were no psychotic symptoms.

Clearly, many of the aforementioned features of the cases

described here, such as profound difficulties in initiating volun-

tary action, slowness of movement, poor speech production,

motor perseverations, and abnormal posturing, could also be

positioned within the phenomenological spectrum of catatonia.

In fact, together with echophenomena (case 1), most constitute

current diagnostic criteria for catatonia (Table 2).18 In addition,

the short-lived episodes of vigorous and emotionally fueled

motor responses have been described in this context as catatonic

excitement.19 Similarly, many cases described in the litera-

ture2,7,8,10,13 may also fall under the same diagnostic rubric,

given that there is a clear overlap between what has been

described as OS and the clinical syndrome of catatonia. Also,

some of the neurological conditions associated with the mani-

festation of OS in the literature, such as Down’s syndrome and

autistic spectrum disorder, are also associated with catatonic

symptoms.7,20–22 The hypothesis that the two might, in fact,

constitute a spectrum with OS representing a forme fruste of

catatonia has already been suggested.23

Perhaps one source of confusion in the literature to date has

been the use of the word “primary” in the original report of

OS.1 This is usually used to denote a separate, discrete disease

entity, but reading the original report, this may not have been

the researchers’ intention. We interpret the use of this term in

the original case series as an attempt to separate the phenome-

non of extreme motor slowness in patients with OS, from com-

mon overt obsessive-compulsive behaviors that would be

expected to cause motor slowness (e.g., checking rituals). The

patients described did clearly have OCD, but their slowness was

a peculiar and very disabling symptom seemingly unrelated to

overt obsessive-compulsive rituals. Characterizing OS as an

unusual symptom that can occur in OCD, rather than as a pri-

mary disease entity in its own right, may help make sense of

later reports of OS in patients with OCD and neurological dis-

orders known to be associated with OCD, for example, GTS,

autistic spectrum disorder, and Down’s syndrome.2,7,8,10,13

Furthermore, the recognition that catatonia is, in fact, a phe-

nomenon that occurs outside the setting of schizophrenia,24 for

example, in OCD,23 provides an explanation for the overlap

between symptoms observed in patients with OS and the

diagnostic criteria for catatonia. On one side of the phenome-

nological spectrum, patients with obsessive-compulsive symp-

toms might be diagnosed with OS, where the motor symptoms

are likely to be caused by ruminations, covert rituals, compul-

sive repetition of action or their monitoring and hence action

interruption, and avoidance strategies.3,4 On the other end of

the spectrum, patients with obsessive-compulsive symptoms, not

necessarily OCD, could present with aforementioned motor

signs, but also additional symptoms, including the ones

presented in our 3 cases here reaching diagnostic threshold for

catatonia.

There are, however, also other neuropsychiatric causes in the

absence of medication or intoxication that may present with

severe motor slowness and belong in the differential diagnosis of

OS. Psychomotor slowing is characteristic, for example, in

major depression.25–27 Movement execution is impaired both

for internally and stimulus-driven motor output,28 but to a

lesser extent than in the cases with OS presented here, and par-

ticularly case 1. However, OCD and depression often co-occur,

and therefore in severe cases, it might be difficult to disentangle

the separate contribution of the two disorders in manifestation

of psychomotor slowness. Although none of our 3 patients had

depression, this diagnostic difficulty is highlighted by the misdi-

agnosis of our first patient with depression early on during his

illness, but also indeed by the presence of depressive symptoms

TABLE 2 DSM-5 criteria for diagnosis of catatonia

Stupor (i.e., no psychomotor activity; not actively relating to
environment)

Catalepsy (i.e., passive induction of a posture held
against gravity)

Waxy flexibility (i.e., slight and even resistance to positioning by
examiner)

Mutism (i.e., no, or very little, verbal response)
Agitation, not influenced by external stimuli
Negativism (i.e., opposing or not responding to instructions or
external stimuli)

Posturing (i.e., spontaneous and active maintenance of a posture
against gravity)

Mannerisms (i.e., odd, circumstantial caricature of
normal actions)

Stereotypies (i.e., repetitive, abnormally frequent,
non-goal-directed movements)

Grimacing
Echolalia (i.e., mimicking another’s speech)
Echopraxia (i.e., mimicking another’s movements)

The presence of three of more criteria warrants the diagnosis of
catatonia. Adapted from Diagnostic and Statistical Manual of Mental
Health Disorders, Fifth Edition (DSM-5)18.

MOVEMENT DISORDERS CLINICAL PRACTICE 167
doi:10.1002/mdc3.12140

C. Ganos et al. RESEARCH ARTICLE



in approximately half of the identified cases in the literature

review.2,7,10,12,14 Another differential that merits attention is

apathy. Although apathy can be linked to depression, it repre-

sents a distinct syndrome.29 Apathy related to disruption of

“autoactivation” processing (also termed “psychic akinesia” or

“athymhormia”) is characterized by a reduction of voluntary

motor output for self-generated movements paralleled by pres-

ervation of (short-lived) externally driven responses.29 It is com-

monly related with lesions of the frontomesial cortex or the

internal segment of the globus pallidus.29 However, all our cases

were characterized by overwhelming slowness of movement

(both internally and externally driven), rather than simply a

reduction in the frequency of self-generated movement itself.

Finally, functional (psychogenic) parkinsonism is also a relevant

consideration. Although motor slowness is the hallmark feature

in these patients, asymmetric presentation, tremulousness, the

presence of additional functional neurological signs, and the

absence of obsessive-compulsive behavior facilitate diagnostic

distinction.30–32

To conclude, we propose that OS is a rare, but often disabling,

motor manifestation of OCD, which is not associated with overt

obsessive-compulsive behaviors that would be expected to lead to

motor slowness. Some of these patients may also be diagnosed as

catatonic, but the underlying pathophysiology appears to be

related to OCD. This understanding could influence treatment

selection in these patients, favoring the trial of established treat-

ments for OCD. However, we recognize that some cases really

do sit on the edge of current diagnostic criteria and further study

will hopefully help define this disabling condition more precisely.
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Supporting Information
Videos accompanying this article are available in the supporting

information here.

Video 1. Clinical examination of case 1. Segment A: Facial

impassivity with normal blink rate, repetitive perioral move-

ments, poverty of movement with prolonged movement initia-

tion, and slowed execution. Segment B: Oculogyric tics.

Segment C: Profound slowing during arm elevation and finger

tapping. Slow hesitant gait with small steps. Segment D: Passive

induction of postures held against gravity in the absence of any

verbal instruction (waxy flexibility).

Video 2. Clinical examination of case 2. Careful, manneristic

movements. Normal finger tapping. Meticulous and slow

movement execution. Slow hesitant gait with bilateral dorsal

shoulder flexion.

Video 3. Gait examination of case 3. Slow hesitant gait with

bilateral dorsal flexion and abduction of shoulders.
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